Pathology: Sectioning revealed a grey tumour destroying the terminal phalanx. Microscopy showed poorly differentiated squamous cells with nuclear pleomorphism and abnormal mitoses. The tumour was connected to the overlying skin which showed no dysplastic changes. The appearances were of a poorly differentiated squamous carcinoma.
Discussion
Squamous cell carcinoma of the skin is commoner in Caucasians than others, where it is usually found on sun-exposed areas (actinic carcinoma). It is three times more common in males than females, with the mean age of onset between 50 and 60 years. Squamous cell carcinoma may also develop from premalignant lesions such as old burns or scars, actinic keratoses, various types of ulcers, radiation dermatitis, arsenical keratoses and as a result of contact with toxins (e.g, nitrates).
Although physical trauma alone has been rejected by some as an aetiological factor", neoplasia occurring in an old scar has been recognized since the 1st century by Celsus-, Squamous cell carcinoma of the nail bed was first described by Velpeau in 1850 3 • In our first case, the possible origin of the tumour was a traumatic inclusion cyst of the nail bed, a condition not previously described.
Only one case of squamous cell carcinoma complicating osteomyelitis occurring in a toe has been previously reported". Neoplasia in this context is usually heralded by an enlarging mass, foul odour, increased quantity ofdischarge or bleeding, a change in bacterial flora whereby Staphylococcus aureus (the commonest organism isolated from chronic osteomyelitis foci) is replaced predominantly by a mixed population of gram-negative flora, progressively lytic bone lesions on X-ray, an abrupt deterioration in longstanding clinical symptoms and lesions unresponsive to accepted modes of therapy. Simulation of osteomyelitis by an extra-osseous tumour, (squamous cell carcinoma) at an unusual site (the toe) is rare and is demonstrated by these two cases. No pathological evidence of osteomyelitis was present in either case despite clinical and radiological features to the contrary. For lesions unresponsive to accepted modes of therapy, with X-ray evidence of progressive osteolysis, early and adequate local surgical excision is essential both for diagnostic purposes and to reduce the likelihood of metastases.
For primary squamous cell carcinoma, metastatic potential ranges 0.2-5%5. Positive regional lymphadenopathy has been variably reported between 11.5_16%6,7 and regional lymphadenectomy is suggested in these cases. Lymphadenopathy was absent in both of our cases and they remain free of local and metastatic recurrence when last reviewed at 9 and 12 months, respectively. Sensitivity reactions and toxins can cause myocardial injury. A variety of cardiac arrhythmias and electrocardiographic changes ranging from transient ST·T wave changes to acute transmural myocardial infarction have been described during IgE-mediated systemic anaphylaxis in human beings and experimental animals. We describe a patient who developed widespread electrocardiographic changes following a bee sting.
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Case report
A 29-year-old man was seen on 7 October 1984 following a bee sting on his right middle finger one hour earlier. Within minutes of the bee sting he felt light headed and strange, with difficulty in breathing which gradually worsened. On arrival, he was dyspnoeic, cyanosed and had an audible wheeze. The pulse was imperceptible, and the blood pressure could not be recorded. His lips and eyelids were swollen with localized swelling and irritation at the site of the sting. He was given 0.2 ml of 1 : 1000 adrenaline intravenously, 0.5 ml subcutaneously and 50 mg of promethazine intramuscularly. He remained breathless for the next 20 min, but his blood pressure was by then 110/70 mmHg and the pulse 110 beats per min. Subsequently, he was given 100 mg hydrocortisone intravenously and prednisolone orally. An electrocardiogram performed soon after arrival revealed widespread T wave inversion predominantly in the inferolateralleads ( Figure 1A) . Thereafter, his stay in hospital was uneventful.
He gave a history of bee stings on four or more occasions and other than a slight feeling of tightness in his chest he was none the worse. He gave no history of chest pain, palpitations or shortness of breath prior to this incident. He had asthma as a child and there is a family history of bronchial asthma.
Laboratory investigations showed that the electrolytes, urea, creatinine, cholesterol, triglycerides, immunoglobulins and cardiac enzymes were within normal limits, and the creatine kinase (CK) was slightly elevated. Susbsequent investigation at the Flinders Medical Centre, Adelaide revealed normal exercise ECG test, echocardiogram and gated heart pool scan with no evidence of either a segmental or global concentration abnormality. An electrocardiogram done 8 weeks later showed the T waves to be less negative ( Figure IB) and by 12 weeks the T waves were upright (Figure lC) .
Discussion
The electrocardiographic changes in our patient could be related to the intravenous adrenaline, to the direct action ofthe bee venom on the myocardium or perhaps to some endocardial ischaemia in the face of hypotension following the anaphylactic reaction.
In the normal human, adrenaline is known to decrease the amplitude of the T wave in all electrocardiographic leads. In animals given high doses, additional effects are seen in the T wave and ST segments similar to that found in patients with angina. These changes therefore have been attributed to myocardial ischaemia1.
The myocardium may be affected by the direct action of the venom on the myocyte. Cardiac deaths from bee sting have been attributed to myocarditis caused by the formation of antigen-antibody complexes. In an autopsy analysis of bee-sting deaths, Barnard-found that 65% had mild-moderate-severe atherosclerosis and only 12% could be attributed to anaphylaxis. He found no evidence of myocarditis. The diagnosis of myocardial injury due to bee sting may therefore nearly always have to be inferential in the living patient.
Capuro and Levi" during in vitro studies of anaphylaxis in guinea pig hearts, found prolonged contractile failure after brief stimulation, reduction in coronary artery blood flow rates, ventricular arrhythmias and conduction disturbances. They concluded that the cardiac manifestations of systemic anaphylaxis were due to IgE mediated benzyl penicilloyl protein conjugate antigen rather than a secondary reaction to bronchospastic-related hypoxia.
Acute myocardial infarction has been reported following wasp sting". The electrocardiographic 'changes in our patient showed changes of acute cardiac injury but no infarction as evidenced by the absence of Q waves in serial electrocardiograms and near normal serial cardiac enzymes.
Our patient did not have any evidence of coronary artery disease. The dose of adrenaline was well within the recommended therapeutic range. It is therefore reasonable to relate his electrocardiographic changes to the anaphylactic reaction following the bee sting.
